Letters to the Editor
Validity of alternative allergy practices From Dr Vicky Rippere Lecturer in Psychology Institute ofPsychiatry, London SE5 Sir, In his paper, 'The overworked or fraudulent diagnosis of food allergy and food intolerance in children' (JRSM Suppl. 5, 1985, p 21) , David paints a bleaker picture than is warranted by available evidence concerning the validation of some alternative allergy practices of which he clearly disapproves.
Thus, for example, he states that 'the claim that hyperactivity can be alleviated by dietary avoidance of various chemicals has failed the test of double-blind trials'. While this statement is certainly true, it is as certainly only partially true because the hypothesis has also passed the test of other double-blind trials than the ones David cites. Moreover, the studies he cites contain serious methodological flaws, such as the use of a common food allergen-chocolate-as excipient and placebo for dye challenges, inadequate dose schedules, and, in one study, a very low dose of dye. These faults are common in negative studies of the Feingold hypothesis (Rippere 1983a, b) . Neither study addresses itself to chemicals other than food dyes, so neither can be taken to constitute a valid test of Feingold's hypothesis, which is considerably broader than artificial food colours. While David cannot be criticized for not citing it since it was not in print at the time of his paper, the recently published study by Egger et al. (1985) , in which adequate doses of both tartrazine and sodium benzoate administered daily in a medium devoid of chocolate (and which was pre-tested for reactivity to the excipients before being used) for a week provoked adverse reactions in 79% of the sample of hyperactive children tested, is consistent with studies published before his paper confirming adverse behavioural effects of artificial colours (Rose 1978 , Weiss et al. 1980 , Swanson & Kinsbourne 1980 . The Egger study is also inconsistent with the biased selection of evidence David adduces in support of his claim.
In a similar vein he dismisses sublingual testing and neutralization with food extracts as having been 'disproved' by a bevy of reports emanating from the American allergy establishment. The negative bias inherent in the work cited has been amply demonstrated in critiques by Forman (1981) and Rippere (1984) . The kindest construction these studies will bear is that they demonstrate conclusively that the American allergy establishment disapproves of sublingual testing and neutralization; they provide little rational basis for this disapproval. It is doubtful whether they can even be regarded as scientific, since most of the important procedural information necessary for them to be in principle susceptible to replication is omitted from the published reports. At the same time as he cites with approval these slipshod and tendentious negative studies, David neglects to acknowledge two methodologically sounder double-blind studies, both in print at the time of his paper, which support both the provocation (King 1981) and neutralization (Rea et al. 1984) of symptoms by this technique.
A third matter represented in a biased fashion in David's paper is the effect of seeking help from alternative allergy practitioners. While his cases suggest that some patients do not receive either adequate diagnosis or treatment, there is also evidence that quite a lot of patients do benefit from the help of alternative allergy workers (Rippere 1983c) . Most of these have previously been misdiagnosed and inappropriately treated by NHS GPs and consultants. David is right to note that many of these folk do not want to know about allergy. We need to ask what proportion of 250 consecutive cases attending an alternative allergy practitioner will have received an incorrect diagnosis and inappropriate (or no) treatment from those with statutory responsibility for their care. My guess is that it would be considerably higher than the proportion of cases in David's series who received the same from alternative practitioners.
We are in complete agreement that conventional practitioners need to become more knowledgeable about and responsive to the needs of allergy patients. Where we disagree is in the question of how best to inspire conventional doctors. My view is that depicting the alternative scene and its methods as a total shambles by selecting only negative evidence is less likely to inspire conventional doctors to improve the allergy services they provide than to increase their already considerable complacency about their skills and, perhaps even worse, to strengthen the negative attributions which they attach to patients who seek alternative help. Neither outcome is to the benefit of patients. My modest alternative is to present the work of the alternative practitioners fairly. If conventional doctors can be made to realize that some of their supposedly cranky counterparts actually operate on principles that stand up to experimental validation and, what is more, can help the kinds of patients that the conventional doctors conspi-cuously cannot help by means of applying these principles, then they are more likely to sit up and take notice. A bit of psychology is needed here.
VICKY RIPPERE 18 April 1985
A copy of this letter was sent to Dr David, whose reply follows: Sir, Paediatricians know that a mother is usually right. It is common for a parent to detect an important clue to an illness, which can then be validated by the physician. However, doctors are increasingly seeing mothers who are convinced that various behavioural symptoms are due to food intolerance, and yet it is common experience that this is usually a convenient (at least for the parents) diversion from the real cause and tends to delay appropriate advice and help. Local experience, in a unit that has employed in one situation what probably constitutes the most aggressive approach to food intolerance ever undertaken in this country (David 1984) , is at the time of writing at variance with some of the findings of Egger and his colleagues (1985) , despite using the same or greater dosage of challenge materials. The lesson, as in the case of child abuse, is that over-reliance on a mother's word can lead the doctor astray. The analogy with child abuse is further justified in cases where children have been unreasonably deprived of food (Roberts et al. 1979 , Warner & Hathaway 1984 . The opinions expressed in the original report were very much in line with those of the Department of Child and Adolescent Psychiatry at the Institute of Psychiatry in London (Taylor 1979 (Taylor , 1984 (Taylor , 1985 , the National Institute of Health in the USA, in addition to others listed in the paper itself.
The ecologists' claim to alleviate diseases such as multiple sclerosis, cancer, schizophrenia, chronic arthritis, intractible behaviour problems and many others is an area where hopes readily dominate facts. By a careful data-dredging operation a few atypical reports can be found to support almost any hypothesis. Some studies tax credibility. Sadly, even in the field of medical research there are occasions where it has been found that data have been massaged in order to procure a positive result (Hamblin 1981 , Altman & Melcher 1983 . It is a remarkable fact that a doctor who decided to treat enuresis by making a child drink its own urine, or to treat a child with whooping-cough with injections of urine, could actually cite published reports of such therapy (Plesch 1947 , Armstrong 1981 . The unrepeatability of the few positive studies, combined with the almost exclusive linking of these forms of treatment to private clinics, are further problems. Some of the studies presented as supporting the Feingold manoeuvre and the sublingual therapy of allergy are themselves flawed. The microscopic grain of truth which probably lies within the food additive and behaviour hypothesis lies crushed amidst the rubble of hopelessly overstated claims. The extent of the published work in these fields is remarkable; I have traced no fewer than 21 books on the subject of radionics alone, and this does not include the vast literature (almost exclusively books) on intestinal candidiasis, pulse testing, intradermal testing, selenium deficiency, zinc deficiency, hair trace metal analysis, sublingual neutralization, urine therapy, enzyme potentiated desensitization, essential fatty acid deficiency and so on.
It is clear that many subjects presenting at allergy clinics do not have allergic disease at all (Rix et al. 1984 , Pearson 1985 . It is equally clear that if diseases such as asthma or atopic eczema, where a multidisciplinary approach is essential, are to be dealt with in allergy clinics, then this demands special skills not only in allergy and immunology but also in respiratory medicine, general medicine, paediatrics, dermatology and psychiatry. There must be special concern about doctors (and even greater worry about nonmedical persons) who without any specialist training or experience are setting up allergy/ ecology/environmental therapy/alternative medicine clinics, cloaked in the apparatus of science. One feature of these clinics is a failure to seek essential assistance from dietitians, and there is concern that in some instances unnecessary and dangerous restrictions are being imposed without the specialized dietetic knowledge and support required to ensure safety and adequate treatment (British Dietetic Association 1985) . The ecologist is depicted as nothing more than a charming, friendly, neighbourhood crank. The reader may decide whether the work 'crank' is appropriate in the context of failing to diagnose and treat important disease, providing unproven or bogus methods of investigation and treatment, inventing non-existent disease, and relieving anxious and gullible and often very hard-up parents of many hundreds of pounds. Even herbal medicines, for so long thought to be safe, are not without their hazards (Penn 1983) . The epidemic of refugees from ecology is stretching our own resources, and the casualties are not always treatable. I am aware of a child in whom care proceedings were the end result of school exclusion caused by an ecological diagnosis of allergy to North Sea Gas. To say in defence of bogus treatment that by chance it sometimes does good is, in the present context, akin to saying that even though thalidomide does cause the occasional problem it is really quite a good sedative. (October 1984, p 863) I suggested that the school doctor and the consultant paediatrician, both of whom should receive appropriate training, 'must widen the "district handicap team" to provide more input from specialist teachers, educational psychologists and child psychiatrists'. This would not of itself ensure joint collaboration in research, but it would point the way.
My paper was prepared for a joint meeting of the Sections of General Practice and Paediatrics of the RSM, and was primarily concerned with the wider concept of health surveillance. Dr Hall's critical questions are mainly directed at Dr Drillien's Dundee Survey. She is well able to speak for herself and I know she can provide effective answers.
Nowhere did I state that further inquiry into the value and methods of developmental screening was unnecessary; if I seemed to be making such a claim I can only say this was not my intention. I have always found it good practice, in medicine and in life, to stress the positive; and when, as in this case, an advance has been made, to commend the person making it before asking what still remains to be done.
I assume that Dr Hall has a research study in progress which is based on 'the different research design' mentioned in his letter; I look forward to his findings. Two minor corrections should be noted. Firstly, the relevant sections refer to children who had been identified as, or suspected of, having neurodevelopmental disorder at any age during the screening period (8 weeks to 3 years) and not only at 3 year screening. Secondly, 41% (not one-third) of children with moderately severe or more severe educational and behavioural problems in school were suspect on preschool screening, this figure rising to over 50% when those who did not attend for clinic screening at either 2 or 3 years were excluded. Furthermore, virtually all children requiring special education (at a time when the recommendations of the 1981 Education Act had not been implemented) were identifiable at or before age 3.
A more serious misinterpretation is contained in Dr Hall's contention that 'if a developmental screening examination at age 3 can accurately predict educational failure at age 7, clearly intervention must be ineffective'. Even the most sanguine exponent of the benefits of preschool intervention would be unlikely to claim that such intervention would transform the child expected to have severe school difficulties into one indistinguishable from his classmates. At best, we hoped to demonstrate a reduction in the proportion of children requiring special education and a reduction in the proportion of children with significant difficulties in normal school. To some extent these aims were achieved.
The study demonstrated a number of high-risk preschool factors associated with school failure, the most important being social disadvantage, minor neurological abnormality and related motor clumsiness at school age, multiple minor congenital anomalies indicating disturbance of development at an early stage of gestation and indications on screening of neurodevelopmental delay and disturbance.
Currently I am examining the predictive value of screening items in different areas of development at different ages, and finding highly significant differences between screening results of children who did or did not present with significant problems in school. These results will be published later. Speech production after laryngectomy From Ms Alison Perry ChiefSpeech Therapist Charing Cross Hospital, London W6 Sir, In reply to Mr Priest's comments on my letter (June Journal, pp 509-510) I would like to make the following points:
The reasons why patients fail to develop oesophageal voice are predominantly due to the type of pharyngeal closure at the time of initial laryngectomy (Cheesman et al. 1985) , not solely due to 'deep-seated psychological reasons or due to extensive surgery'.
Normal laryngeal speakers can produce oesophageal speechwhich certainly has nothing to do with ventriloquism (Edels 1983)! The term 'pharyngeal' voice, which he uses, is not synonymous with oesophageal voice: in the former, the air reservoir for voice is the pharynx and the vibrating source is the base of the tongue against the pharyngeal wall. For this reason it is totally unacceptable as a means of voicing, being inadequate in terms of duration and loudness characteristics (Bowman 1979) .
Finally, I would like to emphasize that it is not enough simply 'to serve a practical apprenticeshipboth psychological and physical' to acquire a complete knowledge of oesophageal voicing.
Very few laryngectomees know how they acquire phonation, and many are not skilled in the full range of post-laryngectomy communication options -viz., surgical voice restoration; artificial larynx usage and oesophageal voicing. It is, I repeat, very doubtful whether laryngectomees can receive a full, unbiased and informed opinion from a volunteer or a fellow laryngectomee. If that were the case, a four-year degree course would be somewhat unnecessary for speech therapy training. ALISON (March Journal, p 197 ) is a careful analysis of the Marsden experience of radioiodine treatment (RAI) in Graves' disease, but their conclusions fail to take account of the high natural remission rate characteristic of autoimmune thyrotoxicosis (Wilkin et al. 1979) .
Between 30% and 50% of Graves' patients remit spontaneously long-term after a few weeks or months of hyperthyroidism (Irvine et al. 1977) . Of the 80% who 'responded' to RAI in Lowdell's study, 45% (i.e. 36% of the original group) became euthyroid after a single dose of 2 mCi. One must seriously question whether the RAI had anything to do with these remissions which may have occurred in any case.
A further 20-30% of Graves' patients remit after weeks or a few months, but subsequently relapse after a variable period (Irvine et al. 1977 , Hershman et al. 1966 . These could well be represented by the patients in Lowdell's study who required subsequent doses of RAI. A minority with Graves' hyperthyroidism 'never' remits spontaneously, and requires a large or cumulative dose of RAI to render it euthyroid.
In order to be certain that RAI is responsible for inducing remission in Graves' disease, it must be established that thyroid-stimulating immunoglobulins are present at the time of treatment, and a drug-treated control group must be studied in parallel to ascertain the spontaneous rate of remission over the period of follow up. These remarks question the unselective use of radioiodine in a group where spontaneous remission will occur frequently under antithyroid drug therapy. A copy of this letter was sent to the authors, whose reply follows: Sir, We should perhaps apologize to Dr Wilkin for not making it clear that the Thyroid Unit at the Royal Marsden Hospital acts as a tertiary referral centre. As shown in our Table 3 , 74% of the patients we saw had already received previous treatment, so that the figures quoted by Dr Wilkin do not necessarily apply to our patients. We did, in fact, have a group of patients who were treated by drugs alone, but we did not compare the figures since it became quite clear that the groups themselves were not comparable.
Our purpose was to establish whether a small dose of radioactive iodine would reduce the incidence of subsequent hypothyroidism in these patients. Though our results would suggest that this is so, we were no more convinced than Dr Wilkin that the regimen we reported is the most efficient way of treating patients who require radioactive iodine. We have modified our regimen and hope to publish the analysis of our experience over a 3-year period, giving more frequent doses of radioactive iodine.
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Foreign body sensation in the throat From Dr J K Paterson London WI Sir, The letter from Dr P D Sharma (April Journal, p 348) is interesting in that he postulates a mechanism which could conceivably operate. He asks whether others have made similar observations to his. The answer is 'yes'.
A sort of dysphagia was described many years ago, and forms part of the Barre-Lieou syndrome. A wide variety of (sometimes bizarre) symptoms is recorded, including headache, nystagmus, deafness, tinnitus, vertigo and dysphagia, all vertebrogenic (Campbell & Parsons 1944 , Cope & Ryan 1959 , Toglia et al. 1969 , Kosoy & Glassman 1974 , Roca 1972 .
In a proportion of such cases careful local spinal examination is likely to reveal abnormal physical signs, indicating the level, if not the structure, of dysfunction. Such signs may be related to both anterior and posterior branches of the segnental nerves, and may be obliterated (sometimes) by directing therapy to the level indicated (Paterson & Burn 1985) .
What would now be interesting would be to devise a means of validating the mechanism postulated in Dr Sharma's hypothesis. I have seen numerous cases with this condition, which in many cases is relieved by the passage of an oesophagoscope. JOHN McAULIFFE CURTIN 12 April 1985 Copies of these letters were sent to Mr Sharma, whose reply follows: Sir, Dr Paterson has provided references of symptomatology arising in relation to trauma to the cervical spine. None of these, however, describes the condition which was the subject of my last letter. Also, it would be nice to take up his suggestion of devising some means to validate the mechanism described. The only proof of my hypothesis is a case which Mr I G Robins described to me about a man with huge 'lobster claw' osteophytes which were removed by a lateral neck incision with complete relief. This procedure was carried out in the 1960s and, of course, one has to be cautious of possible danger of such a procedure to the vertebral column and the spine itself.
With reference to Mr Curtin's letter, it would be interesting to know whether the patients described by Dr Crichlow suffered from dysphagia or complained of a lump/foreign body sensation in the throat. It would be even more interesting to establish whether the passage of an oesophagoscopewhich relieves the symptoms -does produce any change in the original osteophytes or its effects on the resultant cricopharyngeal spasm. (Service et al. 1976 ). We describe a patient with hyperinsulinism whose only presenting complaint was recurrent diplopia.
A 56-year-old man presented with a I' year history of episodes of diplopia attacks. General examination including neurological and ophthalmological examinations were normal. Laboratory investigations were normal except for the serum glucose level after 72 hours fasting which decreased significantly to 25 mg/I00 ml. No diplopic symptoms appeared, but a tolbutamide test was positive. An exploratory laparotomy following a suspicious angiogram confirmed the presence of a 2.5 cm diameter insulinoma in the uncinate process of the pancreas, which was excised. The patient has had no further episodes of diplopia during 6 years of follow up.
We consider this to be a most unusual presentation of a rare tumour. High-dose dihydrocodeine produces hyperalgesia From Dr M A Gillman and Dr F J Lichtigfeld South African Brain Research Institute Johannesburg, South Africa Sir, We read with interest the review paper by Seymour (November 1984 Journal, p 949) in which he mentions the hyperalgesic effects caused by dihydrocodeine used for postoperative dental pain relief. However, inspection of the original paper (Seymour et al. 1982) to which he refers in this review reveals that he and his colleagues used 25 and 50 mg doses intravenously, whereas the current edition of Martindale states the usual dose to be 30 mg (4-6 hourly) but that up to 60mg can be used either orally, intramuscularly or subcutaneously (Reynolds & Prasad 1982) . However, this reference does not allude to intravenous administration of this agent. It is thus possible that although falling within normally acceptable dosage limits by other routes, intravenous administration may, in fact, have resulted in circulating drug levels which were supratherapeutic and therefore could be considered high dose. Therefore the use of dihydrocodeine intravenously may well have produced hyperalgesia, as was in fact the case.
We suggest that there are three possible mechanisms through which this hyperalgesia could have been mediated. First, stimulation of the opioid hyperalgesic system, which was initially shown to exist by applying high doses of morphine experimentally (Woolf 1981) . Second, the capacity of this substance to be a partial agonist, thereby at high doses producing autoinhibition of analgesia, as was suggested by Seymour et al. (1982) . Third, the capacity of this agent to act on the kappa opioid receptor (Martin et al. 1976 ) at these high doses could easily have overshadowed the intrinsic mu receptor activation (Martin et al. 1976 ), thus producing a hyperalgesic response. Such an hyperexcitability effect has also been shown to occur with high doses of morphine (Berryhill et al. 1979) .
We therefore conclude that the hyperalgesic effect reported by Seymour is concentration dependent, and this is borne out by the fact that his study showed 50 mg of dihydrocodeine to be more hyperalgesic than 25 mg (Seymour et al. 1982 A copy of this letter was sent to Dr Seymour, whose reply follows: Sir, The points raised by Gillman and Lichtigfeld are dependent upon intravenous administration of dihydrocodeine producing supratherapeutic plasma concentrations. There does not appear to be any information on the comparative plasma concentrations of dihydrocodeine after either intramuscular or intravenous administration. In our study dihydrocodeine was given via the intravenous route to try and achieve optimal analgesia in patients with postoperative dental pain (Seymour et al. 1982) . We have previously shown that dihydrocodeine undergoes extensive first-pass metabolism when given orally (Rowell etal. 1983 ).
The precise mechanism of dihydrocodeineinduced hyperalgesia in postoperative dental pain remains uncertain. The explanations suggested by Gillman and Lichtigfeld were, in part, put forward in our original paper. Perhaps the issue can be resolved by further studies evaluating dihydrocodeine (via different routes of administration) in patients with postoperative dental pain. Pancreatic pleural effusion with normal serum amylase levels From Dr Alexander K C Leung Alberta Children's Hospital Calgary, Alberta, Canada Sir, Ascites was first recognized as a complication of pancreatitis in the early 1950s (Davis & Kelsey 1951 , Smith 1953 . It was not until the last decade that pleural effusion was recognized as a complication of chronic pancreatitis (Cameron 1976) . In most cases, serum amylase levels were elevated (Sankaran 1976). I report a child with pancreatic pleural effusion with normal serum amylase levels.
A 13-year-old girl had had severe abdominal pain on and off since the age of 5. This was sometimes associated with bilious emesis. Three months prior to admission, she developed ascites and a large left-sided pleural effusion. She was very active in gymnastics but she could not recall any history of trauma. Serum amylase levels were 33, 50 and 34 U/i on various occasions. The left hemithorax fluid and the ascites fluid had amylase levels of 584 and 898 U/l respectively. This report suggests that although serum amylase levels are usually elevated in patients with pleural effusion secondary to chronic pancreatitis, normal levels cannot exclude such a possibility. ALEXANDER K C LEUNG 25 March 1985 
